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Patients with early atrophy of both limbic structures involved in memory and emotion pro-
cessing in Alzheimer’s disease (AD) provide a unique clinical population for investigating
how emotion is able to modulate retention processes. This review focuses on the emo-
tional enhancement effect (EEE), defined as the improvement of memory for emotional
events compared with neutral ones.The assessment of the EEE for different memory sys-
tems in AD suggests that the EEE could be preserved under specific retrieval instructions.
The first part of this review examines these data in light of compelling evidence that the
amygdala can modulate processes of hippocampus-dependent memory. We argue that
the EEE could be a useful paradigm to reduce impairment in episodic memory tasks. In
the second part, we discuss theoretical consequences of the findings in favor of an EEE,
according to which a compensatory mechanism in patients with AD solicits greater amyg-
dala functioning or additional networks, even when amygdala atrophy is present. These
considerations emphasize the relevance of investigating patients with AD to understand
the relationship between emotion and memory processes.
Keywords: emotion, memory, Alzheimer’s disease, amygdala
EMOTIONAL EFFECTS ON PRESERVED AND IMPAIRED
MEMORIES IN ALZHEIMER’S DISEASE
Memory impairments are the core of cognitive dysfunctions
reported in Alzheimer’s disease (AD; Mori et al., 1997; Petersen
et al., 2000). They are sustained by lesions of the medial tem-
poral lobe (MTL), particularly of the hippocampus (Jack et al.,
1997; Mori et al., 1997; Simic et al., 1997; Mizuno et al., 2000).
Neuroimaging evidence suggests that, in parallel with the devel-
opment of lesions in the hippocampus, the amygdala undergoes
early atrophy in AD (Basso et al., 2006; Horinek et al., 2007;
Poulin et al., 2011). The amygdala is strongly implicated in the
context of emotional processing (Phelps and LeDoux, 2005) and
memory (Cahill et al., 1995, 1996), raising numerous questions
about possible impaired mechanisms in AD. While AD studies on
emotional processing have sometimes revealed spared emotional
abilities (Klein-Koerkamp et al., 2012) and preserved physiologi-
cal responsiveness to emotion (Smith, 1995; Hamann et al., 2000),
an important issue to evaluate could be how emotions modu-
late memory performance. In the context of normal aging, sev-
eral studies have reported that emotional content might improve
memory performance compared with non-emotional content
(emotional enhancement effect: EEE; see; Broster et al., 2012).
In this review, we investigate how the EEE on memory perfor-
mance evolves in healthy older adults (HOA) compared with AD
patients.
Findings on the effect of emotion on memory in AD have led
to discrepant results, with some studies reporting an EEE or a
beneficial effect of emotion on memory (i.e., the emotional mate-
rial is more accurately recalled than neutral material), and others
reporting no emotional advantage (i.e., emotional material is less
recalled than neutral material, or equivalently recalled). Thus, in
this report, we review these effects, along with factors that could
modulate the EEE: the participant’s characteristics and the emo-
tional task design (i.e., emotions, stimuli, and procedure used). We
further compare in detail these emotional effects in AD patients
and HOA with respect to the differences in their overall memory
performance. The literature that provides the basis for this review
was obtained by searching PubMed, PsycARTICLES, PsychINFO,
and Psychology and Behavioral Sciences Collection databases for
English language articles containing the key terms “Emotion∗”
AND “Memory” AND “Alzheimer” in the title and/or the abstract
and/or the keywords. No restrictions were placed on the year, with
all articles up to May 2012 included. Relevant papers from the
reference lists of identified papers were also reviewed. Given the
focus on AD patients, only studies with samples of people with this
dementia were included. In addition, only those studies were con-
sidered that included the diagnostic criteria used to identify AD
patients [criteria recommended either by the National Institute of
Neurological and Communicative Disorders and Stroke and the
AD and Related Disorders Association (NINCDS/ADRDA; McK-
hann et al., 1984)], or by the fourth edition of the Diagnostic
and Statistical Manual of Mental Disorders (DSM-IV, 1994). Two
studies were excluded because the patient group did not differen-
tiate between individuals with AD and those with mixed dementia
(Blessing et al., 2006, 2010). Finally, the study had to include at
least one explicit measure of the emotional effect on memory per-
formance (i.e., a comparison of memory performance between an
emotional and a neutral event). As a result of this last criterion,
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the studies included in this review dealt mostly with declarative
memory. Ultimately, 22 studies concerning the EEE on memory
performance in AD were eligible for inclusion in the present review
(Table 1).
The magnitude of the EEE on hippocampus-dependent mem-
ory (declarative memory) has been assessed in AD patients mostly
by using recall and recognition tasks with intentional encoding.
Additionally, various sets of emotional materials have been used:
emotional short stories with illustrated pictures, visual scenes,
video clips, word lists, and objects (Table 1). Although memory
was typically found to be heavily impaired in patients with AD,
the beneficial effect of emotions (EEE) was repeatedly demon-
strated in patients by using various types of tasks and materials
(Kazui et al., 2000, 2003; Boller et al., 2002; Fleming et al., 2003;
Nieuwenhuis-Mark et al., 2009; Schultz et al., 2009; Borg et al.,
2011; Nashiro and Mather, 2011; Werheid et al., 2011; Perrin et al.,
2012). This EEE was sometimes retrieved for discrete emotional
categories, such as only positive emotions (Hamann et al., 2000;
Kalenzaga et al., 2012; Perrin et al., 2012), but also for both positive
and negative emotions (Moayeri et al., 2000; Satler et al., 2007;Wer-
heid et al., 2011). However, in contrast to these beneficial effects,
a reduced EEE has also been reported, even when patients viewed
the same emotional stimuli or performed very similar tasks to
those used in studies reporting a preserved EEE (Hamann et al.,
2000; Abrisqueta-Gomez et al., 2002; Kensinger et al., 2002, 2004;
Budson et al., 2006; Brueckner and Moritz, 2009; Perrin et al.,
2012). Some researchers (Kensinger et al.,2004; Budson et al.,2006;
Kensinger, 2006) have suggested that the EEE on memory could
be disrupted in AD. We argue that several factors could intervene
in the presence or absence of EEE in AD. Intrinsic differences in
memory functioning between controls and AD patients could lead
to difficulties in raising an EEE. Researchers have also proposed
that the retrieval instructions (e.g., recollection vs. recognition
tasks; Kensinger et al., 2002, 2004; Sundstrom, 2011) or the type
of emotional stimuli (Kensinger, 2006; Nashiro and Mather, 2011;
Sundstrom, 2011) might modulate the magnitude of EEE in AD
patients.
Several studies found that the EEE was present in AD patients
despite it not being present in the control group (Moayeri et al.,
2000; Boller et al., 2002; Fleming et al., 2003; Sundstrom, 2011;
Kalenzaga et al., 2012), or, inversely, that it was present in HOA
but not in the AD population (Boller et al., 2002; Kensinger, 2006).
Some authors stressed that when the task to be performed is too
easy for HOA, or too difficult for patients, the EEE is more likely to
be obscured by a ceiling effect or a floor effect, respectively. These
effects could result from overall between-group (AD vs. HOA)
differences in memory functioning, which could overshadow the
genuine emotional effect. For example, HOA have performed per-
fectly in recognition tasks (Moayeri et al., 2000; Sundstrom, 2011)
or questionnaires (Boller et al., 2002), as these tasks are supposed
to be easier for controls than patients. Similarly, previous stud-
ies have established that recognition memory was typically very
high in HOA when they were tested immediately (Fleming et al.,
2003) and that AD patients were particularly impaired in tasks
involving a delay, leading to floor effects (Boller et al., 2002). Some
studies offered modifications to address these ceiling and floor
issues. For example, the study by Werheid et al. (2011) used a par-
adigm in which the presentation of the stimuli was repeated three
times only in the AD group. This study showed that three repe-
titions permitted patients to benefit from emotional information
to improve their memory performance. Further, Kalenzaga et al.
(2012) offered a reduced time delay for AD patients compared
with HOA. In addition, Hamann et al. (2000) and Kensinger et al.
(2004) used two different control populations, one with the same
memory task delay as for AD patients and the second with 2 weeks
or 24 h of additional delay. The study in which the delay was 24 h
longer did not allow equalization of overall memory performance
and showed no EEE in the AD group (Kensinger et al., 2004),
whereas the other study with 2 weeks of additional delay showed
between-group memory performance and an EEE that was simi-
lar in HOA and AD patients for positive emotions (Hamann et al.,
2000). The confusing pattern of EEE on declarative memories
in AD could thus result from the complex interaction between
changes in memory and emotion processes. The absence of an EEE
in AD was thought by some to reflect the fact that emotion could
not interfere with memory, since the disease severely impairs the
memory system (Borg et al., 2011). This issue reflected the poten-
tial influence of confounding variables (Klein-Koerkamp et al.,
2012). Rather than being a deficit in the impact of emotion on
memory processing, however, the absence of an EEE could rep-
resent a deficit in overall cognitive performance (e.g., short-term
memory, verbal abilities, semantic memory, executive functions,
visuo-spatial abilities). Several authors argued that the presence
of an EEE could result in access to cognitive abilities, such as
executive functions (Borg et al., 2011; Broster et al., 2012). Know-
ing the influences of emotions on executive control (for review
see Cohen and Henik, 2012, in this Research Topic), emotional
memory enhancement would then be affected in individuals with
impairments in executive functions. These considerations point
out the need to consider cognitive deficits when exploring the EEE
on memory in AD.
Further, we argue that distinguishing the differences in retrieval
instructions (recollection versus recognition tasks) could be crit-
ical in explaining the EEE discrepancies in AD. Indeed, there is
evidence that recollection tasks are more likely to induce an EEE in
healthy aging (Ochsner, 2000; Talarico et al., 2004). Although rec-
ollection and recognition tasks both involve remembering specific
details (e.g., contextual information) of an encoded episode, rec-
ollection tasks require a greater engagement of episodic memory
(de Vanssay-Maigne et al., 2011). During recognition, processes
of familiarity detection may compensate for episodic memory
difficulties (Atkinson and Juola, 1974; Mandler, 1980). Familiar-
ity refers to the ability to remember that an episode has been
encountered previously when no other contextual information
about it is available (Gardiner et al., 1998). In the context of
emotional memory, the separation of studies by the function of
their retrieval instructions suggests that the EEE remains pre-
served in patients with AD when recollection tasks are performed
(Boller et al., 2002; Fleming et al., 2003; Nieuwenhuis-Mark
et al., 2009; Nashiro and Mather, 2011; Perrin et al., 2012) rather
than when recognition tasks are performed (Abrisqueta-Gomez
et al., 2002; Kensinger et al., 2002, 2004; Budson et al., 2006;
Frontiers in Psychology | Emotion Science September 2012 | Volume 3 | Article 331 | 2
Klein-Koerkamp et al. Emotional memory in Alzheimer’s disease
Ta
b
le
1
|C
o
m
p
ar
at
iv
e
re
vi
ew
o
f
st
u
d
ie
s
in
ve
st
ig
at
in
g
th
e
E
E
E
o
n
m
em
o
ry
.
S
tu
d
y
Pa
rt
ic
ip
an
ts
E
m
o
ti
o
n
s
an
d
S
ti
m
u
li
Ty
p
e
o
f
E
n
co
d
in
g
Ta
sk
s
E
m
o
ti
o
n
al
A
ss
es
sm
en
t
P
re
se
n
ce
o
f
E
E
E
G
ro
u
p
D
iff
er
en
ce
o
n
M
em
o
ry
Pe
rf
o
rm
an
ce
A
br
is
qu
et
a-
G
om
ez
et
al
.
(2
00
2)
A
D
=
16
;m
ea
n
ag
e
=
70
;m
/f
=
7/
9;
M
M
S
E
=
19
,6
;H
O
A
=
19
;m
ea
n
ag
e
=
67
;m
/f
=
7/
12
;M
M
S
E
=
28
,9
P
le
as
an
t/
un
pl
ea
sa
nt
an
d
ne
ut
ra
ls
ce
ne
s
In
te
nt
io
na
l
R
ec
og
ni
tio
n
(a
ft
er
30
m
in
)
Ye
s
H
O
A
(p
le
as
an
t–
un
pl
ea
sa
nt
);
no
A
D
A
D
<
H
O
A
E
m
ot
io
na
l
ca
te
go
riz
at
io
n
A
D
=
H
O
A
B
ol
le
r
et
al
.
(2
00
2)
A
D
=
10
;m
ea
n
ag
e
=
75
;m
/f
=
5/
5;
M
M
S
E
=
19
,6
;H
O
A
=
12
;m
ea
n
ag
e
=
75
;m
/f
=
8/
4;
M
M
S
E
=
28
,8
H
ap
py
,s
ad
,a
nd
ne
ut
ra
ls
to
rie
s
In
te
nt
io
na
l
Im
m
ed
ia
te
an
d
de
la
ye
d
fr
ee
re
ca
ll
(a
ft
er
10
m
in
)
Ye
s
H
O
A
(h
ap
py
–
im
m
ed
ia
te
re
ca
ll)
;Y
es
A
D
(h
ap
py
an
d
sa
d
–
im
m
ed
ia
te
re
ca
ll)
;N
o
H
O
A
(d
el
ay
ed
re
ca
ll)
;N
o
A
D
(fl
oo
r
ef
fe
ct
s
–
de
la
ye
d
re
ca
ll)
A
D
<
H
O
A
Q
ue
st
io
nn
ai
re
N
o
H
O
A
(c
ei
lin
g
ef
fe
ct
s)
;y
es
A
D
(s
ad
an
d
ha
pp
y)
A
D
<
H
O
A
E
m
ot
io
na
l
ca
te
go
riz
at
io
n
A
D
<
H
O
A
B
or
g
et
al
.
(2
01
1)
A
D
=
14
;m
ea
n
ag
e
=
80
;m
/f
=
4/
10
;
M
M
S
E
<
24
;H
O
A
=
14
;m
ea
n
ag
e
=
78
;m
/f
=
5/
9;
M
M
S
E
>
27
N
eg
at
iv
e
an
d
ne
ut
ra
ls
ce
ne
s
(IA
P
S
)
In
te
nt
io
na
l
R
ec
og
ni
tio
n
(v
is
ua
l
m
em
or
y
ta
sk
)
Ye
s
H
O
A
;y
es
A
D
A
D
=
H
O
A
R
ec
og
ni
tio
n
(lo
ca
tio
n
ta
sk
–
m
em
or
y
bi
nd
in
g)
N
o
H
O
A
;n
o
A
D
A
D
<
H
O
A
B
ru
ec
kn
er
an
d
M
or
itz
(2
00
9)
A
D
=
36
;m
ea
n
ag
e
=
72
;
m
/f
=
16
/2
0;
M
M
S
E
=
24
;
H
O
A
=
20
;m
ea
n
ag
e
=
69
;
m
/f
=
8/
12
Th
em
at
ic
w
or
d
lis
ts
(d
ep
re
ss
io
n;
de
lu
si
on
;p
os
iti
ve
;
ne
ut
ra
l)
In
te
nt
io
na
l
R
ec
og
ni
tio
n
Ye
s
H
O
A
(t
ru
e
re
co
gn
iti
on
);
N
o
A
D
(t
ru
e
re
co
gn
iti
on
);
Ye
s
H
O
A
(fa
ls
e
re
co
gn
iti
on
);
Ye
s
A
D
(fa
ls
e
re
co
gn
iti
on
)
A
D
<
H
O
A
(t
ru
e
re
co
gn
iti
on
)
B
ud
so
n
et
al
.(
20
06
)
A
D
=
19
;m
ea
n
ag
e
=
76
;m
/f
=
9/
10
;
M
M
S
E
=
23
;H
O
A
=
19
;m
ea
n
ag
e
=
73
;m
/f
=
7/
12
;M
M
S
E
>
27
Th
em
at
ic
w
or
d
lis
ts
(e
m
ot
io
na
la
nd
no
n-
em
ot
io
na
l)
In
te
nt
io
na
l
R
ec
og
ni
tio
n
(a
ft
er
5
m
in
)
Ye
s
H
O
A
(t
ru
e
re
co
gn
iti
on
);
N
o
A
D
(t
ru
e
re
co
gn
iti
on
);
N
o
H
O
A
(fa
ls
e
re
co
gn
iti
on
);
N
o
A
D
(fa
ls
e
re
co
gn
iti
on
)
A
D
=
H
O
A
(t
ru
e
re
co
gn
iti
on
);
A
D
>
H
O
A
(fa
ls
e
re
co
gn
iti
on
)
Fl
em
in
g
et
al
.(
20
03
)
A
D
=
25
;m
ea
n
ag
e
=
75
;
M
M
S
E
=
21
H
O
A
=
19
;m
ea
n
ag
e
=
70
Th
em
at
ic
w
or
d
lis
ts
(n
eg
at
iv
e,
po
si
tiv
e,
ne
ut
ra
l)
In
te
nt
io
na
l
Fr
ee
re
ca
ll
N
o
H
O
A
;y
es
A
D
(n
eg
at
iv
e)
A
D
<
H
O
A
G
al
lo
et
al
.
(2
01
0)
A
D
=
18
;m
ea
n
ag
e
=
77
;m
/f
=
7/
11
;
M
M
S
E
=
23
,9
;H
O
A
=
18
;m
ea
n
ag
e
=
72
;m
/f
=
6/
12
;M
M
S
E
=
28
,8
(H
O
A
an
d
A
D
re
su
lts
re
po
rt
ed
on
th
e
sa
m
e
ex
pe
rim
en
ta
lc
on
di
tio
n)
N
eg
at
iv
e,
po
si
tiv
e,
ne
ut
ra
lw
or
ds
an
d
sc
en
es
(IA
P
S
)
In
te
nt
io
na
l
R
ec
og
ni
tio
n
N
o
H
O
A
(t
ru
e
re
co
gn
iti
on
);
N
o
A
D
(t
ru
e
re
co
gn
iti
on
);
Ye
s
H
O
A
(p
os
iti
ve
–
fa
ls
e
re
co
gn
iti
on
);
ye
s
A
D
(p
os
iti
ve
–
fa
ls
e
re
co
gn
iti
on
)
A
D
<
H
O
A
A
ro
us
al
ra
tin
g
A
D
=
H
O
A
(e
m
ot
io
na
l>
ne
ut
ra
l)
(C
on
tin
ue
d)
www.frontiersin.org September 2012 | Volume 3 | Article 331 | 3
Klein-Koerkamp et al. Emotional memory in Alzheimer’s disease
Ta
b
le
1
|C
o
n
ti
n
u
ed
S
tu
d
y
Pa
rt
ic
ip
an
ts
E
m
o
ti
o
n
s
an
d
S
ti
m
u
li
Ty
p
e
o
f
E
n
co
d
in
g
Ta
sk
s
E
m
o
ti
o
n
al
A
ss
es
sm
en
t
P
re
se
n
ce
o
f
E
E
E
G
ro
u
p
D
iff
er
en
ce
o
n
M
em
o
ry
Pe
rf
o
rm
an
ce
H
am
an
n
et
al
.(
20
00
)
A
D
=
12
;m
ea
n
ag
e
=
71
;m
/f
=
5/
7;
M
M
S
E
=
21
,5
;H
O
A
=
12
;m
ea
n
ag
e
=
70
;m
/f
=
3/
9;
M
M
S
E
=
29
,2
N
eg
at
iv
e,
po
si
tiv
e,
ne
ut
ra
ls
ce
ne
s
(IA
P
S
)
In
ci
de
nt
al
Fr
ee
re
ca
ll
(im
m
ed
ia
te
ly
or
af
te
r
2
w
ee
ks
fo
r
H
O
A
;i
m
m
ed
ia
te
ly
af
te
r
fo
rA
D
)
Ye
s
H
O
A
(p
os
iti
ve
an
d
ne
ga
tiv
e)
;y
es
H
O
A
(2
w
ee
ks
’
de
la
y
–
po
si
tiv
e
+
ne
ga
tiv
e)
;
ye
s
A
D
(p
os
iti
ve
)
A
D
<
H
O
A
;A
D
=
H
O
A
(2
w
ee
ks
’d
el
ay
)
R
ec
og
ni
tio
n
Ye
s
H
O
A
(n
eg
at
iv
e)
;n
o
A
D
A
D
=
H
O
A
A
ro
us
al
ra
tin
g
A
D
=
H
O
A
(e
m
ot
io
na
l>
ne
ut
ra
l)
K
al
en
za
ga
et
al
.(
20
12
)
A
D
=
22
;m
ea
n
ag
e
=
83
;
m
/f
=
2/
20
;M
M
S
E
=
18
,1
;
H
O
A
=
18
;m
ea
n
ag
e
=
85
;
m
/f
=
2/
16
;M
M
S
E
=
27
,5
N
eg
at
iv
e,
po
si
tiv
e,
ne
ut
ra
lw
or
ds
In
te
nt
io
na
l
R
ec
og
ni
tio
n
(a
ft
er
10
m
in
fo
r
H
O
A
;
im
m
ed
ia
te
ly
af
te
r
fo
r
A
D
)
N
o
H
O
A
;y
es
A
D
(p
os
iti
ve
)
A
D
<
H
O
A
R
em
em
be
r
–
kn
ow
pa
ra
di
gm
N
ot
de
te
rm
in
ed
(r
em
em
be
r)
;
no
H
O
A
;n
o
A
D
(k
no
w
re
sp
on
se
s)
A
D
<
H
O
A
K
az
ui
et
al
.
(2
00
0)
A
D
=
34
;m
ea
n
ag
e
=
71
;
m
/f
=
7/
27
;M
M
S
E
=
22
,5
;
H
O
A
=
10
;m
ea
n
ag
e
=
70
;
m
/f
=
3/
7;
M
M
S
E
=
28
,6
A
ro
us
in
g
(n
eg
at
iv
e)
an
d
no
n-
ar
ou
si
ng
st
or
ie
s
w
ith
pi
ct
ur
es
In
te
nt
io
na
l
Q
ue
st
io
nn
ai
re
(a
ft
er
2
w
ee
ks
)
Ye
s
H
O
A
;y
es
A
D
A
D
<
H
O
A
E
m
ot
io
na
lr
at
in
g
A
D
=
H
O
A
em
ot
io
na
l>
ne
ut
ra
l
K
az
ui
et
al
.
(2
00
3)
A
D
=
56
;m
ea
n
ag
e
=
72
;
m
/f
=
14
/4
2;
M
M
S
E
=
23
,3
;n
o
H
O
A
A
ro
us
in
g
(n
eg
at
iv
e)
an
d
no
n-
ar
ou
si
ng
st
or
ie
s
w
ith
pi
ct
ur
es
In
te
nt
io
na
l
Q
ue
st
io
nn
ai
re
(a
ft
er
2
w
ee
ks
)
Ye
s
A
D
Ke
ns
in
ge
r
et
al
.(
20
04
)
A
D
=
80
;m
ea
n
ag
e
=
71
;
m
/f
=
33
/4
7;
M
M
S
E
=
23
,2
;H
O
A
(1
0
m
in
de
la
y)
=
33
;m
ea
n
ag
e
=
71
;
m
/f
=
17
/1
6;
M
M
S
E
=
29
,4
;H
O
A
(2
4
h
de
la
y)
=
18
;m
ea
n
ag
e
=
68
;
m
/f
=
8/
10
;M
M
S
E
=
29
,1
N
eg
at
iv
e
an
d
ne
ut
ra
ls
to
rie
s
In
te
nt
io
na
l
Im
m
ed
ia
te
an
d
de
la
ye
d
fr
ee
re
ca
ll
(a
ft
er
10
m
in
fo
rA
D
an
d
H
O
A
[1
0
m
in
de
la
y]
or
24
h
fo
r
H
O
A
[2
4
h
de
la
y]
)
Ye
s
H
O
A
(1
0
m
in
de
la
y
–
im
m
ed
ia
te
an
d
de
la
ye
d
re
ca
ll)
;y
es
H
O
A
(2
4
h
de
la
y
–
im
m
ed
ia
te
an
d
de
la
ye
d
re
ca
ll)
;n
o
A
D
(im
m
ed
ia
te
an
d
de
la
ye
d
re
ca
ll)
A
D
<
H
O
A
(1
0
m
in
de
la
y
–
im
m
ed
ia
te
an
d
de
la
ye
d
re
ca
ll)
;
A
D
<
H
O
A
(2
4
h
de
la
y
–
im
m
ed
ia
te
an
d
de
la
ye
d
re
ca
ll)
;
A
D
=
H
O
A
(2
4
h
de
la
y
–
de
la
ye
d
re
ca
ll)
(C
on
tin
ue
d)
Frontiers in Psychology | Emotion Science September 2012 | Volume 3 | Article 331 | 4
Klein-Koerkamp et al. Emotional memory in Alzheimer’s disease
Ta
b
le
1
|C
o
n
ti
n
u
ed
S
tu
d
y
Pa
rt
ic
ip
an
ts
E
m
o
ti
o
n
s
an
d
S
ti
m
u
li
Ty
p
e
o
f
E
n
co
d
in
g
Ta
sk
s
E
m
o
ti
o
n
al
A
ss
es
sm
en
t
P
re
se
n
ce
o
f
E
E
E
G
ro
u
p
D
iff
er
en
ce
o
n
M
em
o
ry
Pe
rf
o
rm
an
ce
Im
m
ed
ia
te
an
d
de
la
ye
d
re
co
gn
iti
on
(a
ft
er
10
m
in
fo
rA
D
an
d
H
O
A
[1
0
m
in
de
la
y]
or
24
h
fo
r
H
O
A
[2
4h
de
la
y]
)
Ye
s
H
O
A
(1
0
m
in
de
la
y
–
de
la
ye
d
re
ca
ll)
;n
o
H
O
A
(1
0
m
in
de
la
y
–
im
m
ed
ia
te
re
ca
ll)
;y
es
H
O
A
(2
4
h
de
la
y
–
de
la
ye
d
re
ca
ll)
;n
o
H
O
A
(2
4
h
de
la
y
–
im
m
ed
ia
te
re
ca
ll)
;n
o
A
D
(im
m
ed
ia
te
an
d
de
la
ye
d
re
ca
ll)
A
D
<
H
O
A
(1
0
m
in
de
la
y
–
im
m
ed
ia
te
an
d
de
la
ye
d
re
ca
ll)
;
A
D
<
H
O
A
(2
4
h
de
la
y
–
im
m
ed
ia
te
an
d
de
la
ye
d
re
ca
ll)
;
A
D
=
H
O
A
(2
4
h
de
la
y
–
de
la
ye
d
re
ca
ll)
Va
le
nc
e
an
d
ar
ou
sa
l
ra
tin
g
A
D
=
H
O
A
(n
eg
at
iv
e
>
ne
ut
ra
l)
Ke
ns
in
ge
r
et
al
.(
20
02
)
A
D
=
13
;m
ea
n
ag
e
=
75
;
H
O
A
=
20
;m
ea
n
ag
e
=
73
Po
si
tiv
e,
ne
ga
tiv
e,
ne
ut
ra
l
pi
ct
ur
es
In
te
nt
io
na
l
R
ec
al
l
Ye
s
H
O
A
(p
os
iti
ve
an
d
ne
ga
tiv
e)
;n
o
A
D
A
D
<
H
O
A
Po
si
tiv
e,
ne
ga
tiv
e,
ne
ut
ra
l
w
or
ds
R
ec
al
l
Ye
s
H
O
A
(p
os
iti
ve
an
d
ne
ga
tiv
e)
;n
o
A
D
A
D
<
H
O
A
N
eu
tr
al
w
or
ds
in
a
po
si
tiv
e,
ne
ga
tiv
e,
or
ne
ut
ra
lc
on
te
xt
(s
en
te
nc
e)
R
ec
al
l
N
o
H
O
A
;n
o
A
D
A
D
<
H
O
A
N
eu
tr
al
or
ne
ga
tiv
e
w
or
ds
R
ec
og
ni
tio
n
(a
ft
er
5
m
in
)
Ye
s
H
O
A
(n
eg
at
iv
e)
;n
o
A
D
A
D
<
H
O
A
N
eu
tr
al
w
or
ds
in
a
ne
ga
tiv
e
or
ne
ut
ra
l
co
nt
ex
t
(s
en
te
nc
e)
R
ec
og
ni
tio
n
(a
ft
er
5
m
in
)
N
o
H
O
A
;n
o
A
D
A
D
<
H
O
A
M
oa
ye
ri
et
al
.(
20
00
)
A
D
=
28
;m
ea
n
ag
e
=
76
;
M
M
S
E
=
19
,6
;H
O
A
=
16
;m
ea
n
ag
e
=
71
;M
M
S
E
=
29
A
ro
us
in
g
(n
eg
at
iv
e)
an
d
no
n-
ar
ou
si
ng
st
or
ie
s
w
ith
pi
ct
ur
es
In
te
nt
io
na
l
R
ec
og
ni
tio
n
an
d
qu
es
tio
ns
(a
ft
er
5
m
in
)
N
o
H
O
A
(c
ei
lin
g
ef
fe
ct
);
ye
s
A
D
(n
eg
at
iv
e)
A
D
<
H
O
A
N
as
hi
ro
an
d
M
at
he
r
(2
01
1)
A
D
=
18
;m
ea
n
ag
e
=
72
;
m
/f
=
11
/7
;H
O
A
=
18
;m
ea
n
ag
e
=
72
;m
/f
=
6/
12
A
ro
us
in
g
(p
os
iti
ve
an
d
ne
ga
tiv
e)
an
d
no
n-
ar
ou
si
ng
sc
en
es
(IA
P
S
)
In
ci
de
nt
al
Fr
ee
re
ca
ll
Ye
s
H
O
A
(a
ro
us
in
g
–
po
si
tiv
e)
;
ye
s
A
D
(a
ro
us
in
g
–
po
si
tiv
e)
A
D
<
H
O
A
R
ec
og
ni
tio
n
(lo
ca
tio
n
ta
sk
–
m
em
or
y
bi
nd
in
g)
Ye
s
H
O
A
(a
ro
us
in
g
–
po
si
tiv
e
an
d
ne
ga
tiv
e)
;y
es
A
D
(a
ro
us
in
g
–
po
si
tiv
e
an
d
ne
ga
tiv
e)
A
D
<
H
O
A
R
ec
og
ni
tio
n
Ye
s
H
O
A
(a
ro
us
in
g
–
po
si
tiv
e
an
d
ne
ga
tiv
e)
;y
es
A
D
(a
ro
us
in
g
–
ne
ga
tiv
e)
A
D
<
H
O
A
(C
on
tin
ue
d)
www.frontiersin.org September 2012 | Volume 3 | Article 331 | 5
Klein-Koerkamp et al. Emotional memory in Alzheimer’s disease
Ta
b
le
1
|C
o
n
ti
n
u
ed
S
tu
d
y
Pa
rt
ic
ip
an
ts
E
m
o
ti
o
n
s
an
d
S
ti
m
u
li
Ty
p
e
o
f
E
n
co
d
in
g
Ta
sk
s
E
m
o
ti
o
n
al
A
ss
es
sm
en
t
P
re
se
n
ce
o
f
E
E
E
G
ro
u
p
D
iff
er
en
ce
o
n
M
em
o
ry
Pe
rf
o
rm
an
ce
R
ec
og
ni
tio
n
(lo
ca
tio
n
ta
sk
–
m
em
or
y
bi
nd
in
g)
Ye
s
H
O
A
(a
ro
us
in
g
–
po
si
tiv
e
an
d
ne
ga
tiv
e)
;y
es
A
D
(a
ro
us
in
g
–
po
si
tiv
e
an
d
ne
ga
tiv
e)
A
D
<
H
O
A
N
ie
uw
en
hu
is
-
M
ar
k
et
al
.
(2
00
9)
A
D
=
20
;m
ea
n
ag
e
=
83
;m
/f
=
17
/3
;
M
M
S
E
=
16
,2
;H
O
A
=
38
;m
ea
n
ag
e
=
81
;M
M
S
E
=
27
,4
Po
si
tiv
e,
ne
ga
tiv
e,
ne
ut
ra
lw
or
ds
In
te
nt
io
na
l
Fr
ee
re
ca
ll
Ye
s
H
O
A
(p
os
iti
ve
an
d
ne
ga
tiv
e)
;y
es
A
D
(p
os
iti
ve
an
d
ne
ga
tiv
e)
A
D
<
H
O
A
Pe
rr
in
et
al
.
(2
01
2)
A
D
=
15
;m
ea
n
ag
e
=
80
;m
/f
=
9/
6;
M
M
S
E
=
24
,6
;H
O
A
=
15
;m
ea
n
ag
e
=
76
;m
/f
=
7/
8;
M
M
S
E
=
28
,1
Po
si
tiv
e,
ne
ga
tiv
e,
ne
ut
ra
lp
ic
tu
re
s
(w
ith
ne
ga
tiv
e,
po
si
tiv
e,
an
d
ne
ut
ra
ls
ou
nd
co
nt
ex
t:
di
al
og
s)
In
te
nt
io
na
l
Fr
ee
re
ca
ll
(a
ft
er
3
m
in
)
Ye
s
H
O
A
(p
os
iti
ve
so
un
d
co
nt
ex
t)
;n
o
A
D
(s
ou
nd
co
nt
ex
t)
;y
es
H
O
A
(p
os
iti
ve
pi
ct
ur
es
);
ye
s
A
D
(p
os
iti
ve
pi
ct
ur
es
)
A
D
<
H
O
A
Q
ue
st
io
nn
ai
re
(g
is
t
an
d
de
ta
il)
Ye
s
H
O
A
(p
os
iti
ve
an
d
ne
ga
tiv
e
pi
ct
ur
es
fo
r
gi
st
);
ye
s
A
D
(p
os
iti
ve
an
d
ne
ga
tiv
e
pi
ct
ur
es
fo
r
gi
st
);
no
H
O
A
(s
ou
nd
co
nt
ex
t
–
fo
r
gi
st
an
d
de
ta
il)
;n
o
A
D
(s
ou
nd
co
nt
ex
t
–
fo
r
gi
st
an
d
de
ta
il)
E
m
ot
io
na
lr
at
in
g
A
D
=
H
O
A
(p
os
iti
ve
>
ne
ut
ra
l>
ne
ga
tiv
e)
S
at
le
r
et
al
.
(2
00
7)
A
D
=
10
;m
/f
=
5/
5;
H
O
A
=
10
;
m
/f
=
3/
7
A
ro
us
al
(n
eg
at
iv
e)
an
d
ne
ut
ra
ls
to
rie
s
In
te
nt
io
na
l
Q
ue
st
io
nn
ai
re
(a
ft
er
2
w
ee
ks
)
N
o
H
O
A
;y
es
A
D
(n
eg
at
iv
e)
A
D
<
H
O
A
E
m
ot
io
na
lr
at
in
g
A
D
6=
H
O
A
S
at
le
r
et
al
.
(2
00
9)
A
D
=
14
;m
ea
n
ag
e
=
75
;m
/f
=
6/
8;
H
O
A
=
10
;m
ea
n
ag
e
=
70
;m
/f
=
6/
4
A
ro
us
al
(n
eg
at
iv
e)
an
d
ne
ut
ra
lv
id
eo
cl
ip
s
In
te
nt
io
na
l
Q
ue
st
io
nn
ai
re
(a
ft
er
2
w
ee
ks
)
N
o
H
O
A
(c
ei
lin
g
ef
fe
ct
);
no
A
D
A
D
<
H
O
A
E
m
ot
io
na
lr
at
in
g
A
D
6=
H
O
A
S
ch
ul
tz
et
al
.
(2
00
9)
A
D
=
20
;m
ea
n
ag
e
=
70
;
m
/f
=
10
/1
0;
M
M
S
E
>
20
;H
O
A
=
20
;
m
ea
n
ag
e
=
66
;m
/f
=
10
/1
0
(r
es
ul
ts
re
po
rt
in
g
on
gl
ob
al
H
O
A
gr
ou
p
–
no
t
on
ye
ar
s
of
sc
ho
ol
in
g
su
bd
iv
is
io
ns
)
N
eg
at
iv
e,
po
si
tiv
e,
ne
ut
ra
ls
ce
ne
s
(IA
P
S
)
In
ci
de
nt
al
Im
m
ed
ia
te
an
d
de
la
ye
d
fr
ee
re
ca
ll
(a
ft
er
ne
ur
op
sy
ch
ol
og
ic
al
ba
tt
er
y
as
se
ss
m
en
t)
Ye
s
H
O
A
(p
le
as
an
t
an
d
un
pl
ea
sa
nt
–
im
m
ed
ia
te
re
ca
ll;
de
la
ye
d
re
ca
ll)
;y
es
A
D
(p
le
as
an
t
an
d
un
pl
ea
sa
nt
–
im
m
ed
ia
te
re
ca
ll)
;y
es
A
D
(p
le
as
an
t
–
de
la
ye
d
re
ca
ll)
A
D
<
H
O
A
(C
on
tin
ue
d)
Frontiers in Psychology | Emotion Science September 2012 | Volume 3 | Article 331 | 6
Klein-Koerkamp et al. Emotional memory in Alzheimer’s disease
Ta
b
le
1
|C
o
n
ti
n
u
ed
S
tu
d
y
Pa
rt
ic
ip
an
ts
E
m
o
ti
o
n
s
an
d
S
ti
m
u
li
Ty
p
e
o
f
E
n
co
d
in
g
Ta
sk
s
E
m
o
ti
o
n
al
A
ss
es
sm
en
t
P
re
se
n
ce
o
f
E
E
E
G
ro
u
p
D
iff
er
en
ce
o
n
M
em
o
ry
Pe
rf
o
rm
an
ce
R
ec
og
ni
tio
n
N
ot
de
te
rm
in
ed
A
D
<
H
O
A
P
le
as
an
tn
es
s
an
d
va
le
nc
e
ra
tin
g
A
D
6=
H
O
A
S
un
ds
tr
om
(2
01
1)
A
D
=
20
;m
ea
n
ag
e
=
73
;
m
/f
=
10
/1
0;
M
M
S
E
=
19
,9
;
H
O
A
=
20
;m
ea
n
ag
e
=
71
;
M
M
S
E
=
27
,4
E
m
ot
io
na
lo
bj
ec
ts
(g
ift
s)
an
d
no
n-
em
ot
io
na
l
ob
je
ct
s
(g
ift
s)
In
ci
de
nt
al
Fr
ee
re
ca
ll
N
o
H
O
A
;y
es
A
D
A
D
<
H
O
A
(fo
r
bo
th
em
ot
io
na
la
nd
no
n-
em
ot
io
na
l)
R
ec
og
ni
tio
n
N
o
H
O
A
(c
ei
lin
g
ef
fe
ct
);
no
A
D
A
D
<
H
O
A
(fo
r
bo
th
em
ot
io
na
la
nd
no
n-
em
ot
io
na
l)
W
er
he
id
et
al
.(
20
11
)
A
D
=
18
;m
ea
n
ag
e
=
76
;m
/f
=
5/
13
;
M
M
S
E
=
24
,6
;H
O
A
=
18
;m
ea
n
ag
e
=
75
;m
/f
=
9/
9;
M
M
S
E
=
29
,5
H
ap
py
,a
ng
ry
,
ne
ut
ra
lf
ac
es
In
te
nt
io
na
l
R
ec
og
ni
tio
n
Ye
s
H
O
A
(a
ng
er
);
ye
s
A
D
(a
ng
er
)
A
D
=
H
O
A
(a
cc
ur
ac
y)
E
m
ot
io
na
l
ca
te
go
riz
at
io
n
A
D
=
H
O
A
(a
ng
er
>
ha
pp
y
>
ne
ut
ra
l)
If
no
t
in
di
ca
te
d,
re
ca
ll
an
d
re
co
gn
iti
on
w
er
e
pe
rf
or
m
ed
im
m
ed
ia
te
ly
.A
D
:A
lz
he
im
er
’s
di
se
as
e
pa
tie
nt
s;
H
O
A
:h
ea
lth
y
ol
de
r
ad
ul
ts
;I
A
P
S
:I
nt
er
na
tio
na
lA
ffe
ct
iv
e
P
ic
tu
re
Sy
st
em
(L
an
g
et
al
.,
19
99
);
A
D
<
H
O
A
m
ea
ns
th
at
pe
rf
or
m
an
ce
s
of
A
D
pa
tie
nt
s
w
er
e
lo
w
er
th
an
th
os
e
of
H
O
A
.A
D
=
H
O
A
m
ea
ns
th
at
pe
rf
or
m
an
ce
w
as
eq
ui
va
le
nt
ac
ro
ss
gr
ou
ps
.
Brueckner and Moritz, 2009; Gallo et al., 2010). This effect of
recognition vs. recollection was also shown when AD patients
could not create an elaborate conscious encoding strategy dur-
ing incidental encoding (Hamann et al., 2000; Schultz et al.,
2009; Sundstrom, 2011). Studies have consistently shown that,
whereas recollection is sustained by the hippocampus area, recog-
nition is associated with activities in the perirhinal cortex (for
reviews, see Brown and Aggleton, 2001; Diana et al., 2007; Eichen-
baum et al., 2007; Skinner and Fernandes, 2007). This distinction
is crucial because current theoretical models of the EEE have
proposed that emotion influences on declarative memory are
sustained by functional connections between the amygdala and
hippocampus (Cahill et al., 1995; McGaugh et al., 1996; Cahill
and McGaugh, 1998; McGaugh, 2004; Phelps, 2004; Labar and
Cabeza, 2006). Dolcos and collaborators (2005) demonstrated in
particular that participants elicited greater activity in the amyg-
dala, hippocampus, and entorhinal cortex when they successfully
retrieved emotional stimuli than when they retrieved neutral pic-
tures. Most importantly, in the amygdala and hippocampus, the
activity for emotional pictures was greater for recollection than
for recognition (familiarity; Dolcos et al., 2005), suggesting that
successful retrieval of emotional items was related to an amygdalo-
hippocampal interaction for recollection tasks. Although influ-
ences of amygdale activity during the encoding of emotional
faces have been demonstrated in other brain areas (Kilpatrick
and Cahill, 2003; Sergerie et al., 2005), findings have mainly
been obtained for hippocampus-dependent declarative memory.
In patients with AD, the successful recollection of emotional cues
supports the concept that the interaction within MTL structures
is partly preserved, even when the hippocampus and amygdala
volumes are partially reduced. Results from the study by Mori
et al. (1999) confirmed a significant correlation between the amyg-
dalar volume of patients with AD and their personal memory but
not between amygdalar volume and their factual knowledge about
the Kobe earthquake. This suggests that in impaired memory sys-
tems, emotional charge could allow individuals to reduce deficits
specifically for strictly episodic memory.
Another point considered to be critical in the elicitation of an
EEE in AD is the type of emotional stimuli. It has been proposed
that differences in stimulus properties, such as exposure time,
tactile richness, and self-reference (whether the stimuli relates to
oneself or not), might be the reason for the contradictory results of
the EEE in AD (Sundstrom, 2011; Kalenzaga et al., 2012). By using
objects that were emotionally connoted as gifts, Sundstrom (2011)
demonstrated that the emotional load was increased, leading to the
generation of an EEE in AD patients. The author then showed, by
using a tactile self-reference dimension (the participant received
a gift), that the gifts were better recalled than the non-gifts. In
addition, in a study by Kalenzaga et al. (2012), the subjects had
to perform a recognition task of emotional vs. neutral adjective
traits and then had to characterize during encoding the extent to
which the adjective described themselves (self-reference encod-
ing). Results showed that this stimuli encoding strategy led to an
EEE, in particular for negative adjectives. Thus, it can be expected
that AD patients’ attention is attracted by the emotional valence
of material that is potentially congruent or emotionally related to
themselves (Kalenzaga et al., 2012). This consideration could be
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applied in the context of flashbulb memories, which are charac-
terized by an enhanced memory for highly emotionally charged
situations that have been experienced (Ikeda et al., 1998; Budson
et al., 2004). Japanese patients with AD were more likely to be able
to recall their emotional experience during the Kobe earthquake
than they were to recall the magnetic resonance imaging scan that
they underwent at about the same time. Further, Budson et al.
(2004) found that patients with AD retained more personal than
factual information about their experience during the events of
September 11, 2001. Taken as a whole, these findings suggest that
the use of different emotional stimuli could lead to different emo-
tional loads, which might potentially generate an EEE, provided
that the intensity and the self-reference of the stimulus are high
enough.
In sum, the presence or the absence of an emotional effect on
declarative memory could depend on several factors: the presence
of severe cognitive decline (e.g.,memory), the retrieval instruction,
and the emotional stimulus (e.g., emotional load, self-reference).
A large number of studies have found an EEE on memory in AD
even when cautiously controlling the between-group difference
in memory performance (Hamann et al., 2000; Werheid et al.,
2011; Kalenzaga et al., 2012), thus reinforcing the beneficial effect
of emotion on an AD patient’s memory losses. Emotions could
convey a conceptual representation that seems to remain partly
accessible in these patients. Factors related to the task could also
be used to reinforce the emotional trace in memory. The elicitation
of an enhancement effect on declarative memory, which declines
dramatically in AD, raises the potential benefits of using emo-
tional stimuli in rehabilitations programs. Emotional cues could
be a promising way to elaborate therapeutic interventions.
Outside the considerations of EEE on declarative memory,
emotional influences in AD could also increase in the context
of non-declarative memory (i.e., implicit memory). These emo-
tional influences have not, however, been associated with an EEE,
as no strict assessment of memory performances has been done
that compared an emotional with a neutral stimulus. Several AD
studies have investigated memory implicitly in the context of
affective learning (Blessing et al., 2006, 2010), emotional prim-
ing (Quoniam et al., 2003; Labar et al., 2005; Garcia-Rodriguez
et al., 2009), and fear conditioning (Hamann et al., 2002; Hoefer
et al., 2008). The study of Blessing and coworkers (2006) showed
that patients’ affective ratings of neutral faces were systematically
altered by the biographical information (pleasant or aversive sto-
ries) that was previously associated with the face. These authors
suggested that implicit affective dispositions were relatively intact
in dementia. Similarly, preservation of emotional priming in AD
has been suggested, since emotional categorization was more accu-
rate for previous emotional priming than for neutral priming
(Labar et al., 2005; Garcia-Rodriguez et al., 2009). On the other
hand, AD patients have presented deficits in the acquisition of fear
conditioning responses, although normal reactivity to the aversive
stimulus was found (Hamann et al., 2002; Hoefer et al., 2008).
Researchers have stressed that the pattern of spared and
impaired types of non-declarative and declarative memory fol-
lows the pattern of brain regions affected by AD (Hamann et al.,
2002; Blessing et al., 2006; Garcia-Rodriguez et al., 2009). Declar-
ative memory is sustained by MTL structures, including the
hippocampus and entorhinal cortex, which are first affected in
AD. The amygdala was suggested to be a critical structure for the
establishment of conditioned responses (Ledoux, 1992; Debiec
et al., 2010) and emotional memory (Cahill et al., 1995). This
brain structure undergoes pathological changes relatively early in
AD (Poulin et al., 2011). In contrast, the visual and sensory corti-
cal areas engaged by visual priming are usually spared in the early
stage of the disease (Schacter and Badgaiyan, 2001; Blessing et al.,
2006), suggesting that implicit emotional memory could be partly
preserved in AD (Garcia-Rodriguez et al., 2009). These consid-
erations point, however, to the notion that pathological lesions
(e.g., in the amygdala) result in functional impairments, which
is not always admitted by the scientific community (Dickerson
et al., 2004; Wright et al., 2007). It is thus necessary to unravel how
changes in limbic structures could modulate an emotional impact
in AD.
AD NEUROPATHOLOGICAL CHANGES WITHIN THE AMYGDALA AND
THEIR RELATION TO THE IMPACT OF EMOTIONS ON MEMORY
Alongside reports about the reduction in hippocampus volume,
reports about the atrophy of other limbic areas have been pub-
lished from the start of investigative work on the AD brain (Herzog
and Kemper, 1980; Tsuchiya and Kosaka, 1990; Scott et al., 1991,
1992; Arriagada et al., 1992). In particular, several neuroimaging
studies have focused on amygdala lesions (Cuenod et al., 1993;
Lehericy et al., 1994; Mori et al., 1997, 1999; Krasuski et al., 1998;
Basso et al., 2006; Horinek et al., 2007; Wright et al., 2007; Schultz
et al., 2009; Cavedo et al., 2011; Poulin et al., 2011), suggesting that
reduction in its volume could be similar to hippocampus atrophy
(Killiany et al., 1993; Mizuno et al., 2000; Barnes et al., 2006; Schultz
et al., 2009). A reduction in amygdala volume may have dramatic
consequences for emotion processing in AD, since this structure
is strongly involved in numerous emotional processes (Phelps
and LeDoux, 2005; Phelps, 2006; Pessoa and Adolphs, 2010). In
a recent meta-analysis of the AD population, we reported that
the recognition of amygdala-dependent emotions is consistently
impaired across studies (Klein-Koerkamp et al., 2012). In relation
to memory, considerable supporting evidence in animal (Maren,
2001) and human studies (Hamann, 2001; McGaugh, 2004; Phelps
and LeDoux, 2005; Phelps, 2006) suggests that the amygdala is
able to modulate encoding, consolidation, and retrieval of emo-
tional materials by increasing hippocampus activity. Insights from
another model indicate that the amygdala could be a specific
structure for emotional memorization (Ledoux, 2000). Conse-
quences of specific amygdalar atrophy have been assessed in several
neuropsychology studies of patients with bilateral and symmetri-
cal calcification of the amygdalar complex [Urbach-Wiethe (UW)
disease]. These works have confirmed that emotional memory dis-
ruption could result from amygdalar damage because patients with
UW had a reduced EEE (Adolphs et al., 1997), whereas patients
with amnesia whose amygdala was spared (but who had damage
to other MTL regions) had intact emotional memory (Hamann
et al., 1997). It has since been proposed that lesions in the amygdala
observed in the early phase of AD could be sufficient to disturb
this emotional process (Kensinger, 2006).
The assessment of the EEE on declarative memory in patients
with AD and UW, offering a model of amygdala neuropathological
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FIGURE 1 |The model based on potential mechanisms by which the
amygdala mediates the influence of emotional effect on memory in AD,
inspired by Labar and Cabeza (2006). The amygdala presents neural
projections to several brain areas. In the context of AD, we propose a pattern
of preserved or reinforced interactions between the amygdala and MTL
structures in the context of successful emotional retrieval in declarative
memory (potentially depending on the task and the emotional stimulus). A
pattern of preserved or reinforced interactions between the amygdala and
prefrontal cortex could act in the context of flashbulb memory, one form of
autobiographical memory. Compensatory mechanisms have also been
proposed in the context of working memory (Rosenbaum et al., 2010; Broster
et al., 2012). On the other hand, non-declarative memory could be impaired in
the context of fear conditioning, as this system takes place intrinsically in the
amygdala. Emotional priming could be preserved, as visual and sensory
cortices remain relatively preserved in AD, leading to potentially intact neural
projections to the amygdala. The EEE requires that cognitive resources are
available to help performance for a given task and for a given participant. Red
arrows indicate a pattern of reinforced neural projections. Solid arrows
indicate direct connections; dashed arrows indicate indirect connections.
PFC, Prefrontal cortex; MTL, Medial temporal lobe; AD, Alzheimer’s disease.
lesions, has, however, provided divergent findings. Whereas a
deficit in EEE acquisition is observed in UW patients (Adolphs
et al., 1997), it is not systematically the case in AD patients. Related
to the amygdala, the major difference between these two popula-
tions is that patients with UW have complete calcification of both
amygdales (for a detailed neuroanatomy description; Tranel and
Hyman, 1990), whereas the level of amygdala atrophy in AD varies
from 14 to 60% (Scott et al., 1991; Cuenod et al., 1993; Jack, 1997;
Cavedo et al., 2011). In addition, a recent study suggests that,
rather than affecting the whole structure, amygdalar atrophy in
patients with AD affects mainly the lateral and basolateral ven-
tromedial regions (Cavedo et al., 2011). Thus, according to the
notion that pathological lesions result in functional impairments,
these considerations emphasize that emotional memory deficits
will be moderate in AD. Nevertheless, the hypothesis that localized
amygdala lesions in AD are responsible for changes in EEE acqui-
sition remains an open question, as (1) the functional role of the
amygdala subregions in emotional memory is largely unknown,
and (2) both preservation and disruption effects are reported in
AD studies. This is inconsistent with the notion that proportional
effects exist between pathological lesions and the functionality
of the amygdala, which raises critical issues related to amygdala
functioning in AD.
To date, very few works have brought new information to light
regarding these issues, with most imaging studies investigating
memory effect without emotionally arousing information (Grady
et al., 2001; Rosenbaum et al., 2010). In these studies, functional
connectivity data were obtained in patients with AD engaged in a
delayed match-to-sample face recognition task (working memory
task) of familiar and unfamiliar items. Results showed increased
connectivity between the left amygdala and the neighboring and
inferior prefrontal regions in AD compared with that in HOA
(Grady et al., 2001; Rosenbaum et al., 2010). This pattern of altered
connectivity was not clearly determined. As amygdala activation
has consistently been reported during affective tasks, the authors
suggested that the emotional content of the faces was incidentally
processed to a greater degree by the patients than by the controls
(Grady et al., 2001). Some authors have also proposed that the
pattern of prefrontal involvement in AD represents an inhibitory
system that suppresses emotional responses elicited by the faces,
which is irrelevant to the task (Rosenbaum et al., 2010). This pat-
tern of enhanced prefrontal activity (in particular the dorsomedial
part of the prefrontal cortex) involved in regulatory mechanisms
has been also reported in the context of healthy aging. It was
suggested that older adults showed a greater prefrontal activity
compared to young adults due to additional cognitive control
involved in decoding and/or regulating negative emotions (Ebner
et al., 2012). In the context of AD, researchers suggested, nev-
ertheless, that this prefrontal activity reflected a compensatory
mechanism, involving the amygdala and prefrontal networks to
a greater extent than it does in HOA. In a similar task, a com-
pensation system that included the amygdala was retrieved, as
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shown when greater amygdala activation was reported in patients
with mild cognitive impairments compared with HOA (pilot study
reported in: Broster et al., 2012). This result corroborates findings
of Wright et al. (2007), in which amygdala activity was shown to be
significantly greater in AD patients for both neutral and emotional
faces compared with HOA. The hypothesis that the preserva-
tion of emotional impact might be explained by a compensatory
mechanism requiring greater recruitment of the amygdala and/or
solicitation of an additional anatomical network thus seems valu-
able (Grady et al., 2001; Wright et al., 2007; Rosenbaum et al., 2010;
Broster et al., 2012). Further studies investigating the functional
interactions between prefrontal and amygdala areas in the context
of emotional memory in AD are needed before conclusions may
be drawn.
In another model, Labar and Cabeza (2006) emphasized the
role of the amygdala and its interaction with other brain areas,
including MTL structures and the prefrontal cortex, in the con-
text of declarative and non-declarative memory. In this theoretical
framework, the amygdala mediates the influence of emotional
arousal on declarative memory via direct connections with the
MTL structures by favoring memory consolidation. Indirect and
direct connections between the prefrontal cortex and the amygdala
mediate other forms of declarative memory, including semantic,
autobiographical, and working memory. In addition to the con-
ditioned emotional learning that takes place intrinsically in the
amygdala, direct neural projections with sensory cortices target
other non-declarative forms of memory, including perceptual and
conceptual priming [see Figure 1, inspired by Labar and Cabeza
(2006)].
As stated above in the context of AD and on the basis of this
model, we hypothesize that a patient’s successful recollection of
emotional cues (vs. non-emotional cues) could relate to preserved
or reinforced functional interactions between the amygdala and
MTL structures in the context of declarative memory. These amyg-
dala and MTL interactions for EEE elicitation could also depend
on the arousal strength and relevance of the emotional stimulus
(Ikeda et al., 1998; Satler et al., 2007; Sundstrom, 2011; Kalenzaga
et al., 2012). In the case of enhanced flashbulb memory, one form
of autobiographical memory, additional reinforced projections
between the amygdala and prefrontal cortex could be recruited to
enhance memory, providing that the emotional stimulus is strong
enough (Mori et al., 1997; Ikeda et al., 1998; Budson et al., 2004).
The model of Labar and Cabeza (2006) also fits with suggestions
of Broster et al. (2012) and Rosenbaum et al. (2010) on the poten-
tial compensatory mechanism involving the prefrontal cortex and
the amygdala in the context of working memory (studies involving
match-to-sample tasks). Considering non-declarative memory, we
hypothesize that the later impairments of sensory cortices could
result in potentially intact projections between the amygdala and
this area to maintain an emotional influence on priming scores.
On the other hand, additional brain networks cannot compensate
for fear learning impairments in AD, which mainly involve the
amygdala.
Neuroimaging of emotional memory enhancement in aging
and AD populations remains in its infancy (Broster et al., 2012).
The model that we propose in the context of AD is based on cur-
rent knowledge of brain networks that sustain emotional memory
processes in healthy subjects (Labar and Cabeza, 2006). The AD
population highly differs from normal subjects in the sense that
patients have severe cognitive declines. Thus, our assumptions of
reinforced neural projections between brain areas in the elicitation
of emotional enhancement have to be considered in the context of
cognitive resources that are available in the AD population (Borg
et al., 2011; Broster et al., 2012). In this way, severe deficits in the
overall memory system or executive functions could compromise
an emotional effect on memory for a given task.
This AD model of neuropathological changes provides new
input into the current staging of knowledge concerning emotional
memory processes in humans. There may not be a linear expla-
nation for the relation between amygdala volumes, its functional
activity, and emotional memory disturbances. Further neuroimag-
ing findings would be very helpful in describing the anatomical
and functional signatures of emotional memory processes and
how altered brain systems may compensate for emotional memory
impairments in the context of AD.
ACKNOWLEDGMENTS
We thank the Region Rhône-Alpes (France) for financial sup-
port. Editing was provided by Barbara Every, ELS, of BioMedical
Editor.
REFERENCES
Abrisqueta-Gomez, J., Bueno, O.,
Oliveira, M., and Bertolucci, P.
(2002). Recognition memory for
emotional pictures in Alzheimer’s
patients. Acta Neurol. Scand. 105,
51–54.
Adolphs, R., Cahill, L., Schul, R.,
and Babinsky, R. (1997). Impaired
declarative memory for emotional
material following bilateral amyg-
dala damage in humans. Learn.
Mem. 4, 291–300.
Arriagada, P. V., Growdon, J. H., Hedley-
Whyte, E. T., and Hyman, B. T.
(1992). Neurofibrillary tangles but
not senile plaques parallel duration
and severity of Alzheimer’s disease.
Neurology 42, 631–639.
Atkinson, R. C., and Juola, J. F. (1974).
Search and Decision Processes in
Recognition Memory. Oxford: W. H.
Freeman, 299.
Barnes, J., Whitwell, J. L., Frost, C.,
Josephs, K. A., Rossor, M., and
Fox, N. C. (2006). Measurements
of the amygdala and hippocam-
pus in pathologically confirmed
Alzheimer disease and frontotempo-
ral lobar degeneration. Arch. Neurol.
63, 1434–1439.
Basso, M., Yang, J., Warren, L., MacAvoy,
M. G., Varma, P., Bronen, R. A.,
and Van Dyck, C. H. (2006). Vol-
umetry of amygdala and hippocam-
pus and memory performance in
Alzheimer’s disease. Psychiatry Res.
146, 251–261.
Blessing, A., Keil, A., Linden, D. E.,
Heim, S., and Ray, W. J. (2006).
Acquisition of affective dispositions
in dementia patients.Neuropsycholo-
gia 44, 2366–2373.
Blessing, A., Zoellig, J., Dammann, G.,
and Martin, M. (2010). Implicit
learning of affective responses in
dementia patients: a face-emotion-
association paradigm. Neuropsychol.
Dev. Cogn. B. Aging Neuropsychol.
Cogn. 17, 633–647.
Boller, F., El Massioui, F., Devouche,
E., Traykov, L., Pomati, S., and
Starkstein, S. E. (2002). Pro-
cessing emotional information
in Alzheimer’s disease: effects
on memory performance and
neurophysiological correlates.
Dement Geriatr Cogn Disord 14,
104–112.
Borg, C., Leroy, N., Favre, E., and Lau-
rent, B. (2011). How emotional pic-
tures influence visuospatial binding
in short-term memory in ageing and
Alzheimer’s disease? Brain Cogn. 76,
20–25.
Broster, L. S., Blonder, L. X., and Jiang,
Y. (2012). Does emotional memory
enhancement assist the memory-
impaired? Front. Aging Neurosci.
4:2. doi:10.3389/fnagi.2012.
00002
Brown, M. W., and Aggleton, J. P. (2001).
Recognition memory: what are the
roles of the perirhinal cortex and
hippocampus? Nat. Rev. Neurosci. 2,
51–61.
Frontiers in Psychology | Emotion Science September 2012 | Volume 3 | Article 331 | 10
Klein-Koerkamp et al. Emotional memory in Alzheimer’s disease
Brueckner, K., and Moritz, S. (2009).
Emotional valence and semantic
relatedness differentially influence
false recognition in mild cog-
nitive impairment, Alzheimer’s
disease, and healthy elderly.
J. Int. Neuropsychol. Soc. 15,
268–276.
Budson, A. E., Simons, J. S., Sulli-
van, A. L., Beier, J. S., Solomon,
P. R., Scinto, L. F., Daffner, K. R.,
and Schacter, D. L. (2004). Mem-
ory and emotions for the september
11, 2001, terrorist attacks in patients
with Alzheimer’s disease, patients
with mild cognitive impairment, and
healthy older adults. Neuropsychol-
ogy 18, 315–327.
Budson, A. E., Todman, R. W., Chong,
H., Adams, E. H., Kensinger, E.
A., Krangel, T. S., and Wright,
C. I. (2006). False recognition of
emotional word lists in aging and
Alzheimer disease. Cogn. Behav.
Neurol. 19, 71–78.
Cahill, L., Babinsky, R., Markowitsch, H.
J., and McGaugh, J. L. (1995). The
amygdala and emotional memory.
Nature 377, 295–296.
Cahill, L., Haier, R. J., Fallon, J., Alkire,
M. T., Tang, C., Keator, D., Wu, J.,
and McGaugh, J. L. (1996). Amyg-
dala activity at encoding correlated
with long-term, free recall of emo-
tional information. Proc. Natl. Acad.
Sci. U.S.A. 93, 8016–8021.
Cahill, L., and McGaugh, J. L. (1998).
Mechanisms of emotional arousal
and lasting declarative memory.
Trends Neurosci. 21, 294–299.
Cavedo, E., Boccardi, M., Ganzola, R.,
Canu, E., Beltramello, A., Calta-
girone, C., Thompson, P. M., and
Frisoni, G. B. (2011). Local amygdala
structural differences with 3T MRI
in patients with Alzheimer disease.
Neurology 76, 727–733.
Cohen, N., and Henik, A. (2012).
Do irrelevant emotional stimuli
impair or improve executive con-
trol? Front. Integr. Neurosci. 6:33.
doi:10.3389/fnint.2012.00033.
Cuenod, C. A., Denys, A., Michot, J.
L., Jehenson, P., Forette, F., Kaplan,
D., Syrota, A., and Boller, F. (1993).
Amygdala atrophy in Alzheimer’s
disease. An in vivo magnetic reso-
nance imaging study. Arch. Neurol.
50, 941–945.
de Vanssay-Maigne, A., Noulhiane, M.,
Devauchelle, A. D., Rodrigo, S.,
Baudoin-Chial, S., Meder, J. F.,
Oppenheim, C., Chiron, C., and
Chassoux, F. (2011). Modulation
of encoding and retrieval by rec-
ollection and familiarity: mapping
the medial temporal lobe networks.
Neuroimage 58, 1131–1138.
Debiec, J., Diaz-Mataix, L., Bush, D. E.,
Doyere, V., and Ledoux, J. E. (2010).
The amygdala encodes specific sen-
sory features of an aversive rein-
forcer. Nat. Neurosci. 13, 536–537.
Diana, R. A., Yonelinas, A. P., and Ran-
ganath, C. (2007). Imaging recollec-
tion and familiarity in the medial
temporal lobe: a three-component
model. Trends Cogn. Sci. (Regul. Ed.)
11, 379–386.
Dickerson, B. C., Salat, D. H., Bates, J.
F., Atiya, M., Killiany, R. J., Greve, D.
N., Dale, A. M., Stern, C. E., Blacker,
D., Albert, M. S., and Sperling, R. A.
(2004). Medial temporal lobe func-
tion and structure in mild cogni-
tive impairment. Ann. Neurol. 56,
27–35.
Dolcos, F., Labar, K. S., and Cabeza,
R. (2005). Remembering one year
later: role of the amygdala and the
medial temporal lobe memory sys-
tem in retrieving emotional memo-
ries. Proc. Natl. Acad. Sci. U.S.A. 102,
2626–2631.
DSM-IV. (1994). Diagnostic and Statis-
tical Manual of Mental Disorders, 4th
Edn. Washington: American Psychi-
atric Association.
Ebner, N. C., Johnson, M. K., and
Fischer, H. (2012). Neural
mechanisms of reading facial
emotions in young and older
adults. Front. Psychol. 3:223.
doi:10.3389/fpsyg.2012.00223
Eichenbaum, H., Yonelinas, A. P.,
and Ranganath, C. (2007). The
medial temporal lobe and recogni-
tion memory. Annu. Rev. Neurosci.
30, 123–152.
Fleming, K., Kim, S. H., Doo, M.,
Maguire, G., and Potkin, S. G.
(2003). Memory for emotional stim-
uli in patients with Alzheimer’s dis-
ease. Am. J. Alzheimers Dis. Other
Demen. 18, 340–342.
Gallo, D. A., Foster, K. T., Wong, J. T.,
and Bennett, D. A. (2010). False rec-
ollection of emotional pictures in
Alzheimer’s disease. Neuropsycholo-
gia 48, 3614–3618.
Garcia-Rodriguez, B., Fusari, A.,
Rodriguez, B., Hernandez, J. M.,
and Ellgring, H. (2009). Differential
patterns of implicit emotional
processing in Alzheimer’s disease
and healthy aging. J. Alzheimers Dis.
18, 541–551.
Gardiner, J. M., Ramponi, C., and
Richardson-Klavehn, A. (1998).
Experiences of remembering, know-
ing, and guessing. Conscious. Cogn.
7, 1–26.
Grady, C. L., Furey, M. L., Pietrini,
P., Horwitz, B., and Rapoport,
S. I. (2001). Altered brain func-
tional connectivity and impaired
short-term memory in Alzheimer’s
disease. Brain 124, 739–756.
Hamann, S. B., Cahill, L., McGaugh, J.
L., and Squire, L. R. (1997). Intact
enhancement of declarative memory
for emotional material in amnesia.
Learn. Mem. 4, 301–309.
Hamann, S. B., Monarch, E. S., and
Goldstein, F. C. (2000). Memory
enhancement for emotional stim-
uli is impaired in early Alzheimer’s
disease. Neuropsychology 14, 82.
Hamann, S., Monarch, E. S., and Gold-
stein, F. C. (2002). Impaired fear
conditioning in Alzheimer’s disease.
Neuropsychologia 40, 1187–1195.
Hamann, S. (2001). Cognitive and
neural mechanisms of emotional
memory. Trends Cogn. Sci. (Regul.
Ed.) 5, 394–400.
Herzog, A. G., and Kemper, T. L. (1980).
Amygdaloid changes in aging and
dementia.Arch. Neurol. 37, 625–629.
Hoefer, M., Allison, S. C., Schauer, G.
F., Neuhaus, J. M., Hall, J., Dang, J.
N., Weiner, M. W., Miller, B. L., and
Rosen, H. J. (2008). Fear condition-
ing in frontotemporal lobar degener-
ation and Alzheimer’s disease. Brain
131, 1646–1657.
Horinek, D.,Varjassyova,A., and Hort, J.
(2007). Magnetic resonance analysis
of amygdalar volume in Alzheimer’s
disease. Curr Opin Psychiatry 20,
273–277.
Ikeda, M., Mori, E., Hirono, N., Ima-
mura, T., Shimomura, T., Ikejiri, Y.,
and Yamashita, H. (1998). Amnestic
people with Alzheimer’s disease who
remembered the Kobe earthquake.
Br. J. Psychiatry 172, 425–428.
Jack, C. R. Jr. (1997). Medial temporal
lobe volumetrics in traumatic brain
injury. AJNR Am. J. Neuroradiol. 18,
25–28.
Jack, C. R. Jr., Petersen, R. C., Xu, Y. C.,
Waring, S. C., O’Brien, P. C., Tan-
galos, E. G., Smith, G. E., Ivnik, R.
J., and Kokmen, E. (1997). Medial
temporal atrophy on MRI in nor-
mal aging and very mild Alzheimer’s
disease. Neurology 49, 786–794.
Kalenzaga, S., Bugaïska, A., and Clarys,
D. (2012). Self-reference effect
and autonoetic consciousness in
Alzheimer disease: evidence for a
persistent affective self in demen-
tia patients. Alzheimer Dis. Assoc.
Disord. (in press).
Kazui, H., Mori, E., Hashimoto, M., and
Hirono, N. (2003). Enhancement of
declarative memory by emotional
arousal and visual memory function
in Alzheimer’s disease. J. Neuropsy-
chiatry Clin. Neurosci. 15, 221–226.
Kazui, H., Mori, E., Hashimoto, M.,
Hirono, N., Imamura, T., Tan-
imukai, S., Hanihara, T., and Cahill,
L. (2000). Impact of emotion on
memory. Controlled study of the
influence of emotionally charged
material on declarative memory in
Alzheimer’s disease. Br. J. Psychiatry
177, 343–347.
Kensinger, E. A. (2006). Remember-
ing Emotional Information: Effects
of Aging and Alzheimer ’s Disease.
Hauppauge, NY: Nova Science.
Kensinger, E. A., Anderson, A., Grow-
don, J. H., and Corkin, S. (2004).
Effects of alzheimer disease on mem-
ory for verbal emotional informa-
tion. Neuropsychologia 42, 791–800.
Kensinger, E. A., Brierley, B., Medford,
N., Growdon, J. H., and Corkin, S.
(2002). Effects of normal aging and
Alzheimer’s disease on emotional
memory. Emotion 2, 118–134.
Killiany, R. J., Moss, M. B., Albert,
M. S., Sandor, T., Tieman, J.,
and Jolesz, F. (1993). Temporal
lobe regions on magnetic resonance
imaging identify patients with early
Alzheimer’s disease.Arch.Neurol. 50,
949–954.
Kilpatrick, L., and Cahill, L. (2003).
Amygdala modulation of parahip-
pocampal and frontal regions
during emotionally influenced
memory storage. Neuroimage 20,
2091–2099.
Klein-Koerkamp, Y., Beaudoin, M.,
Baciu, M., and Hot, P. (2012).
Emotional decoding abilities in
Alzheimer’s disease: a meta-analysis.
J. Alzheimers Dis. (in press).
Krasuski, J. S., Alexander, G. E., Hor-
witz, B., Daly, E. M., Murphy, D. G.,
Rapoport, S. I., and Schapiro, M. B.
(1998). Volumes of medial tempo-
ral lobe structures in patients with
Alzheimer’s disease and mild cog-
nitive impairment (and in healthy
controls). Biol. Psychiatry 43, 60–68.
Labar, K. S., and Cabeza, R. (2006).
Cognitive neuroscience of emo-
tional memory. Nat. Rev. Neurosci.
7, 54–64.
Labar, K. S., Torpey, D. C., Cook, C.
A., Johnson, S. R., Warren, L. H.,
Burke, J. R., and Welsh-Bohmer,
K. A. (2005). Emotional enhance-
ment of perceptual priming is pre-
served in aging and early-stage
Alzheimer’s disease. Neuropsycholo-
gia 43, 1824–1837.
Lang, P. J., Bradley, M. M., and Cuthbert,
B. N. (1999). International Affec-
tive Picture System (IAPS): Tech-
nical Manual and Affective Rat-
ings. Gainesville, FL: The Center for
Research in Psychophysiology, Uni-
versity of Florida.
Ledoux, J. E. (1992). Brain mechanisms
of emotion and emotional learning.
Curr. Opin. Neurobiol. 2, 191–197.
www.frontiersin.org September 2012 | Volume 3 | Article 331 | 11
Klein-Koerkamp et al. Emotional memory in Alzheimer’s disease
Ledoux, J. E. (2000). Emotion circuits
in the brain. Annu. Rev. Neurosci. 23,
155–184.
Lehericy, S., Baulac, M., Chiras, J.,
Pierot, L., Martin, N., Pillon, B.,
Deweer, B., Dubois, B., and Marsault,
C. (1994). Amygdalohippocampal
MR volume measurements in the
early stages of Alzheimer disease.
Am. J. Neuroradiolol. 15, 929–937.
Mandler, G. (1980). Recognizing: the
judgment of previous occurrence.
Psychol. Rev. 87, 252.
Maren, S. (2001). Neurobiology of
Pavlovian fear conditioning. Annu.
Rev. Neurosci. 24, 897–931.
McGaugh, J. L. (2004). The amyg-
dala modulates the consolidation of
memories of emotionally arousing
experiences.Annu. Rev. Neurosci. 27,
1–28.
McGaugh, J. L., Cahill, L., and Roozen-
daal, B. (1996). Involvement of the
amygdala in memory storage: inter-
action with other brain systems.
Proc. Natl. Acad. Sci. U.S.A. 93,
13508–13514.
McKhann, G., Drachman, D., Folstein,
M., Katzman, R., Price, D., and Stad-
lan, E. M. (1984). Clinical diagno-
sis of Alzheimer’s disease: report of
the NINCDS-ADRDA work group
under the auspices of Department
of Health and Human Services Task
Force on Alzheimer’s disease. Neu-
rology 34, 939–944.
Mizuno, K., Wakai, M., Takeda, A., and
Sobue, G. (2000). Medial temporal
atrophy and memory impairment
in early stage of Alzheimer’s dis-
ease: an MRI volumetric and mem-
ory assessment study. J. Neurol. Sci.
173, 18–24.
Moayeri, S. E., Cahill, L., Jin, Y., and
Potkin, S. G. (2000). Relative sparing
of emotionally influenced memory
in Alzheimer’s disease. Neuroreport
11, 653–655.
Mori, E., Ikeda, M., Hirono, N., Kita-
gaki, H., Imamura, T., and Shimo-
mura, T. (1999). Amygdalar vol-
ume and emotional memory in
Alzheimer’s disease. Am. J. Psychia-
try 156, 216–222.
Mori, E., Yoneda, Y., Yamashita, H.,
Hirono, N., Ikeda, M., and Yamadori,
A. (1997). Medial temporal struc-
tures relate to memory impairment
in Alzheimer’s disease: an MRI vol-
umetric study. J. Neurol. Neurosurg.
Psychiatr. 63, 214–221.
Nashiro, K., and Mather, M. (2011).
Effects of emotional arousal on
memory binding in normal aging
and Alzheimer’s disease. Am. J. Psy-
chol. 124, 301–312.
Nieuwenhuis-Mark, R. E., Schalk, K.,
and De Graaf, N. (2009). Free recall
and learning of emotional word lists
in very elderly people with and with-
out dementia. Am. J. Alzheimers Dis.
Other Demen. 24, 155–162.
Ochsner, K. N. (2000). Are affective
events richly recollected or simply
familiar? The experience and process
of recognizing feelings past. J. Exp.
Psychol. Gen. 129, 242–261.
Perrin, M., Henaff, M. A., Padovan, C.,
Faillenot, I.,Merville,A., and Krolak-
Salmon, P. (2012). Influence of emo-
tional content and context on mem-
ory in mild Alzheimer’s disease. J.
Alzheimers Dis. 29, 817–826.
Pessoa, L., and Adolphs, R. (2010). Emo-
tion processing and the amygdala:
from a “low road” to “many roads”
of evaluating biological significance.
Nat. Rev. Neurosci. 11, 773–783.
Petersen, R. C., Jack, C. R. Jr., Xu, Y.
C., Waring, S. C., O’Brien, P. C.,
Smith, G. E., Ivnik, R. J., Tangalos,
E. G., Boeve, B. F., and Kokmen,
E. (2000). Memory and MRI-based
hippocampal volumes in aging and
AD. Neurology 54, 581–587.
Phelps, E. A. (2004). Human emotion
and memory: interactions of the
amygdala and hippocampal com-
plex. Curr. Opin. Neurobiol. 14,
198–202.
Phelps, E. A. (2006). Emotion and cog-
nition: insights from studies of the
human amygdala. Annu. Rev. Psy-
chol. 57, 27–53.
Phelps, E. A., and LeDoux, J. E. (2005).
Contributions of the amygdala to
emotion processing: from animal
models to human behavior. Neuron
48, 175–187.
Poulin, S. P., Dautoff, R., Morris, J.
C., Barrett, L. F., and Dickerson,
B. C. (2011). Amygdala atrophy is
prominent in early Alzheimer’s dis-
ease and relates to symptom severity.
Psychiatry Res. 194, 7–13.
Quoniam, N., Ergis, A. M., Fossati, P.,
Peretz, I., Samson, S., Sarazin, M.,
and Allilaire, J. F. (2003). Implicit
and explicit emotional memory for
melodies in Alzheimer’s disease and
depression. Ann. N. Y. Acad. Sci. 999,
381–384.
Rosenbaum, R. S., Furey, M. L.,
Horwitz, B., and Grady, C. L.
(2010). Altered connectivity among
emotion-related brain regions
during short-term memory in
Alzheimer’s disease. Neurobiol.
Aging 31, 780–786.
Satler, C., Garrido, L. M., Sarmiento,
E. P., Leme, S., Conde, C., and
Tomaz, C. (2007). Emotional
arousal enhances declarative mem-
ory in patients with Alzheimer’s
disease. Acta Neurol. Scand. 116,
355–360.
Satler, C., Uribe, C., Conde, C., Da-Silva,
S. L., and Tomaz, C. (2009). Emotion
processing for arousal and neutral
content in Alzheimer’s disease. Int.
J. Alzheimers Dis. 1–6.
Schacter, D. L., and Badgaiyan, R. D.
(2001). Neuroimaging of priming:
new perspectives on implicit and
explicit memory. Curr. Dir. Psychol.
Sci. 10, 1.
Schultz, R., De Castro, C., and
Bertolucci, P. (2009). Memory with
emotional content, brain amygdala
and Alzheimer‚Äôs disease. Acta
Neurol. Scand. 120, 101–110.
Scott, S. A., Dekosky, S. T., and
Scheff, S. W. (1991). Volumet-
ric atrophy of the amygdala in
Alzheimer’s disease: quantitative ser-
ial reconstruction. Neurology 41,
351–356.
Scott, S. A., Dekosky, S. T., Sparks, D. L.,
Knox, C. A., and Scheff, S. W. (1992).
Amygdala cell loss and atrophy in
Alzheimer’s disease. Ann. Neurol. 32,
555–563.
Sergerie, K., Lepage, M., and Armony,
J. L. (2005). A face to remem-
ber: emotional expression mod-
ulates prefrontal activity during
memory formation. Neuroimage 24,
580–585.
Simic, G., Kostovic, I., Winblad, B.,
and Bogdanovic, N. (1997). Vol-
ume and number of neurons of
the human hippocampal formation
in normal aging and Alzheimer’s
disease. J. Comp. Neurol. 379,
482–494.
Skinner, E. I., and Fernandes, M. A.
(2007). Neural correlates of rec-
ollection and familiarity: a review
of neuroimaging and patient data.
Neuropsychologia 45, 2163–2179.
Smith, M. C. (1995). Facial expression
in mild dementia of the Alzheimer
type. Behav. Neurol. 8, 149–156.
Sundstrom, M. (2011). Modeling recall
memory for emotional objects in
Alzheimer’s disease. Neuropsychol.
Dev. Cogn. B Aging Neuropsychol.
Cogn. 18, 396–413.
Talarico, J. M., Labar, K. S., and Rubin,
D. C. (2004). Emotional inten-
sity predicts autobiographical mem-
ory experience. Mem. Cognit. 32,
1118–1132.
Tranel, D., and Hyman, B. T. (1990).
Neuropsychological correlates of
bilateral amygdala damage. Arch.
Neurol. 47, 349–355.
Tsuchiya, K., and Kosaka, K. (1990).
Neuropathological study of the
amygdala in presenile Alzheimer’s
disease. J. Neurol. Sci. 100, 165–173.
Werheid, K., McDonald, R. S.,
Simmons-Stern, N., Ally, B. A.,
and Budson, A. E. (2011). Familiar
smiling faces in Alzheimer’s disease:
understanding the positivity-related
recognition bias. Neuropsychologia
49, 2935–2940.
Wright, C. I., Dickerson, B. C., Feczko,
E., Negeira, A., and Williams, D.
(2007). A functional magnetic res-
onance imaging study of amygdala
responses to human faces in aging
and mild Alzheimer’s disease. Biol.
Psychiatry 62, 1388–1395.
Conflict of Interest Statement: The
authors declare that the research was
conducted in the absence of any com-
mercial or financial relationships that
could be construed as a potential con-
flict of interest.
Received: 27 April 2012; paper pend-
ing published: 07 July 2012; accepted:
18 August 2012; published online: 14
September 2012.
Citation: Klein-Koerkamp Y, Baciu
M and Hot P (2012) Preserved
and impaired emotional memory in
Alzheimer’s disease. Front. Psychology
3:331. doi: 10.3389/fpsyg.2012.00331
This article was submitted to Frontiers in
Emotion Science, a specialty of Frontiers
in Psychology.
Copyright © 2012 Klein-Koerkamp,
Baciu and Hot . This is an open-access
article distributed under the terms of the
Creative Commons Attribution License,
which permits use, distribution and
reproduction in other forums, provided
the original authors and source are cred-
ited and subject to any copyright notices
concerning any third-party graphics etc.
Frontiers in Psychology | Emotion Science September 2012 | Volume 3 | Article 331 | 12
